2؉ -induced epileptiform activity in rat hippocampalentorhinal cortex slices was investigated by real-time monitoring using 1,2-diaminoanthraquinone (DAQ). NO reacts with the aromatic amino groups of DAQ at neutral pH and in the presence of oxygen to form the fluorescence product 1H-anthra- 
INTRODUCTION
Nitric oxide (NO), a gaseous free radical synthesized from l-arginine in several mammalian cells by the enzyme nitric oxide synthase (NOS), is known as a neuronal messenger (Snyder, 1992; Dawson et al., 1994; Iadecola, 1997) . Three isoforms of NOS have been identified. Activation of the neuronal form of NOS requires increased intracellular Ca 2ϩ levels and calmodulin. During the half-life of only a few seconds under oxygenated conditions, NO diffuses to neighboring neuronal and glial cells. In addition to activation of guanylate cyclase and a resulting increase in cGMP level, NO affects several cellular pathways. NO has been described as a Janus-faced molecule, since NO modulates, depending on redox status and concentration, either neuroprotective or neuropathological actions (Lipton et al., 1993; Snyder, 1993; Iadecola, 1997; Torreilles et al., 1999) .
Functional coupling between stimulation of N-methyld-aspartate (NMDA) receptors and activation of neuronal NOS has been suggested by several authors (Garthwaite, 1991; Snyder, 1992; Iadecola, 1997; Contestabile, 2000) . Thus, Ca 2ϩ influx through the NMDA receptor is linked to the Ca 2ϩ -dependent NOS activation. However, excessive NO production has been demonstrated to reduce NMDA-induced increases in intracellular Ca 2ϩ concentration, thus mediating a feedback inhibitory control of neuronal NO production (Hoyt et al., 1992) .
